natal care; spontaneous labour at 34 weeks; baby hydropic. Cord blood: Hb 38%, serum bilirubin 5.4 mg%. 1959: Spontaneous labour at 30 weeks; transverse lie, prolapsed cord, internal version, breech extraction. Stillborn, apparently normal baby. Maternal blood contained Rh antibodiessaline 1: 1, albumin 1: 64, Coombs 1: 128. 1960: Abortion at 9 weeks. Husband heterozygous CDe/cde. Fifth pregnancy: Anti-Rh antibodies present: at 23 weeks, albumin was 1 : 4,000 and Coombs 1: 8,000; at 29 weeks albumin 1: 2,000, Coombs 1: 4,000; at 35 weeks albumin 1: 1,000, Coombs 1: 2,000.
PosTscRIPT (22.9.61): Both babies were born uneventfully and were unaffected.-M A C K Mr D Fraser (London) said that he was not familiar with the Kell antigen, but presumably the patient's sensitization to this had been discovered in 1957 when she had been screened for an unusual type ofimmunization following stillbirth at the 28th week at her third and fourth pregnancies. He had no sympathy with a Cesarean done as a primary procedure in her fifth pregnancy. In the sixth pregnancy he imagined that the corticosteroid therapy had been initiated to distract the reticulo-endothelial system from producing anti-Kell antibodies. He was impressed with the side-effects of such therapy which might complicate labour or operations on such patients. He noted that the husband was heterozygous Kell, and in the six pregnancy it was understood that there had been no appreciable change of antibody titre up to 37 weeks. The patient was well past her danger time at 28 weeks, and he would take the view that the baby was Kell-negative, and would await the onset of labour at term.
With regard to Case 2, it was unusual for a Rhesusnegative woman to lose her first baby from erythroblastosis. He assumed she had been sensitized by a previous blood transfusion or injection, or that a miscarriage had been forgotten and forgiven. The patient had repeated her obstetric pattern in her next pregnancy with a repeat severe affection of the fcetus at 32 weeks. Her third child was a good size for 30 weeks, and was normal to gross examination. It might have been Rhesus-negative as the husband was heterozygous. The child had suffered a traumatic delivery which was sufficient to explain its demise. The abortion in the fourth pregnancy was probably incidental, and Mr Fraser was not satisfied that Rhesus immunization was a cause of abortion. In the fifth pregnancy the patient had antibodies of fantastic intensity at 11 weeks, and the naive view might be taken that the feetus was either Rhesus positive or Rhesus negative. If positive it would have no chance whatever. If it was negative, and the fact that the feetus was still alive at 37 weeks, well past the patient's usual danger time, suggested that it was negative, he would advise leaving the patient to come to term and await the onset of labour. The high antibody titre might have been due to an anamnestic reaction of no clinical importance. Dr P L Mollison (London) said that Case 1 was typical of anti-K immunization in that it followed blood transfusion; pregnancy alone hardly ever caused the formation of anti-K. When immunization was due to blood transfusion rather than to a series of pregnancies, there was no 'selection' of homozygous husbands; thus, the chance that in the present case the father was Kk rather than KK was about 45 to 1, this being the relative frequency of the two genotypes in a random population.
The fact that the infant carried during the seventh pregnancy was K negative was suggested by the fact that it was alive and well at the 36th week of pregnancy, whereas in the previous pregnancy a K+ infant died in utero at about 26 weeks. The fact that the titre of anti-K was unchanged during the seventh pregnancy was slightly in favour of the same interpretation although not too much weight could be put on this since many patients showed a ceiling of antibody response and might, for example, apparently be incapable of producing a titre of more than 128 however much they were stimulated.
The influence of cortisone in a case like this was very doubtful. Experimental work suggested that the administration of steroids in ordinary therapeutic doses was unlikely to lower the antibody titre or even to interfere with a secondary response. Moreover there were many records of cases in which large doses of steroids had been given to Rh-immunized pregnant women from 14 weeks onwards without preventing stillbirth before the 28th week of pregnancy.
In Case 2, it was again significant that the fcetus was alive at 37 weeks despite the history of a previous stillbirth and of a previous infant with hydrops foetalis, both at earlier stages of previous pregnancies. Perhaps even more significant was the fact that the foetus was alive at 37 weeks despite the very high antibody titre 905c throughout pregnancy. An indirect antiglobulin titre of 1,000 to 8,000 was associated with a very high incidence of intrauterine death when the infant was Rh positive. In this case too, therefore, there was a strong indication that the infant would be normal and apart from purely obstetrical considerations should have been left in utero till term.
When the mother had had a previous stillbirth and there was doubt whedher the present infant in utero was Rh positive or Rh negative, examination of amniotic fluid was sometimes helpful. In such a case the obtaining of colourless fluid about the 35th week very strongly suggested that the infant was Rh negative and this might be very valuable in deciding that labour should not be induced prematurely.
Dr A D M Jackson (London) agreed that in both cases the fact that the foetus was still alive at 37 weeks probably indicated that it was unaffected and should be allowed to await spontaneous delivery.
The real problem was what to do at an earlier stage of pregnancy. In such pregnancies with a heterozygous father and a previous history of a stillborn hydropic infant the risk of another stillbirth soon after 34 weeks was nearly 80 % -if the baby was affected.
Since it was impossible to be sure whether the baby was affected or not there was a case for considering induction at 35 weeks or even Casarean section at 32 weeks, though this meant a slight risk of losing an unaffected baby through prematurity.
Mr M D Cameron (London) thought the most interesting point regarding Case 1 was the anmmia of the infant. The hemoglobin at birth was 91 %, with 18 % reticulocytes; the serum bilirubin was 2-9 mg%. The explanation given by Dr Mollison of this being due to fcetal bleeding into the maternal circulation from a placenta traumatized by abdominal amniotic taps was most interesting. Very careful consideration should be given before performing this procedure in the future, especially as the information which could be expected from it was very limited. Mr Leonard Easton (London) said that he had recently seen a case which illustrated points raised by Dr Mollison and Mr Fraser. This woman, aged 30, was pregnant for the fifth time, the first three being normal full-term deliveries and the fourth resulting in the birth at 38 weeks of a stillborn hydrops fcetalis associated with severe congenital malformation. During her fifth pregnancy the antibody titre began high and rose steadily so that by the 32nd week the Coombs titre was positive to 1: 2,000 and in albumin to 1: 512. Thereafter it remained fairly steady.
Her husband was known to be heterozygous and an amniotic fluid tap at the 35th week showed 0-5 mg% of bilirubin but no oxyhimoglobin present.
It was decided, in view of these findings, to induce labour at 37 weeks, but after surgical rupture of the membranes and a Pitocin drip, she failed to go into labour. The presentation became unstable and it was decided to deliver her by CQsarean section. This was done forty-eight hours from the rupture of the membranes when a live male child was delivered which proved to be Rhesus negative.
Mr Easton thought that this illustrated the danger of placing too great a reliance on the antibody titre in cases where the husband was known to be heterozygous. It would seem that unless some certain method could be evolved of finding out whether the feetus was Rhesus negative or positive it was probably better left to term.
Meeting March 241961
A Registrars' Clinico-pathological meeting was held, when the following specimens were shown: 
